The case of a 36-year-old white man who had recurrent milky pericardial effusion and repeated pericardiocenteses over a period of 1 year with minimal disability or symptoms is presented. Surgical management included thoracotomy with ligation of all structures resembling lymphatic channels in the chest in several places and hemipericardiectomy. Neither the source of chyle in the pericardium nor the etiological agent of this condition could be found. Criteria for successful management of this condition are re-emphasized.
that time a mediastinal hygroma (lymphangiomatous hamartoma) in association with chylopericardium in a 31-year-old woman was reported by Groves and Effler.' Although no direct communication between the tumor and either the pericardium or the thoracic duct could be identified at surgery, it was assumed that such communication did exist. Since that time two additional cases of similar tumor and isolated chylopericardium have been reported,2 3 as well as four cases of chylopericardium in which no such possible etiological mechanism could be found.4
The term "primary chylopericardium" was used by Groves and He finally consulted hi.s physician in October 1964, for "stomach trouble." A massive pericardial effusion was discovered, the patient was hospitalized, and pericardiocentesis produced 700 ml of fluid which the patient described as being "like vanilla milk shake." The discomfort was promptly relieved with the tap. Within a few days the symptom recurred and reaccumulationof fluid was noted. A repeat tap 2 weeks later produced another 700 ml of similar fluid. Routine cultures and cultures for acid-fast bacilli and funigi of the fluid were negative, and the patient was empirically treated with antituberculous drugs for 4 months, followed by 2 months of steroid therapy without appareent diminution of the rate of fluid reaccumulation. From then until his present admission, the patient was treated symptomatically with repeated taps. Whenever his symptoms recurred and advanced to the stage indicating reaccumulation of a large quantity of fluid, he was admitted to the local hospital, tapped, and discharged the next morning asymptomatic, to return to work. During this enitire period, except for his first hospitalization, although he had a total of seven pericardiocenteses yielding as much as Structures wlich resembled lymphatic channels in the thorax and the site of enitrance of the thoracic duct into the left subelavian vein were ligated in sever-al places and at several levels in the tlhorax. The postoperative couLrse was un-eventful except for an area of atelectasis in the lower-lobe of the left luni-g and partial paralysis of the left lhemidiaplhl-agm during the immediate postoperative per-iod. No r-eaccumulationl of fluiid (or chyle) was noted 6 months after surgery and the patient was asymptormatic (fig. 4) Although the other five patients whose cases have l)een reported also presented with relatively mild symptoms early in the course of the disease, they all progressed witli time to the state of cardiac tamponade with disabling and serious manifestations.1 5 From the date of diagnosis to surgery, a period of 13 moniths, our patient had uindergonie eight pericardioceliteses in the following periods: Oc- In three of the reported cases1-3 lymphangiomatous hamartomas were found, but no causative pathology could be found in the other four.4-7 In the case reported by Naef, 4 there was a history of recent trauma and of an inflammatory process but there were no pathological findings on surgery to implicate or suggest either as the cause.
In almost all cases, including this one, no source of chyle in the pericardium could be identified at surgery. The case reported by Miller and associates,3 however, is an exception. In that case, the author described rapid reaccumulation of chyle in the pericardium at the rate of 50 ml in 10 minutes after the pericardium was initially opened and the fluid removed. The fluid appeared to flow from many areas within the pericardium. There have been two deaths2 3 injections of lipophilic dyes in the peridiaphragmatic region. The patient remains asymptomatic 7 months after surgery, with no evidence of reaccumulation of fluid.
We can only re-emphasize what the other authors have already stated in regard to the management of primary chylopericardium. To assure success, the thoracic duct and all lymphatic channels in the thorax should be ligated in several places, a pericardial window and preferably a partial pericardiectomy should be done to ensure adequate drainage and to prevent the possible development of constrictive pericarditis, and a thorough search for any causative factors should be conducted and the elimination of such when encountered. Failure to comply with these requirements in the management of primary chylopericardium will only invite disaster.
